interneurons.
progenitors migrate and differentiate into neurons in a in neurons for a brief period ( Figures 1C, 1D , and 1I-1L; data not shown). Many neurons that coexpressed Dbx1 strict mediolateral progression (Leber and Sanes, 1995). Ventral (v) Evx1/2 (V0) neurons were generated from and Lim1/2 ( Figure 1O ) and occasional Dbx1, Evx1/2 neurons (Figures 1I and 1L ; data not shown) were destages 17-18 and were found initially within the ventral domain of expression of Dbx1 and Dbx2, although they tected, supporting the idea that Dbx1 progenitors give rise to V0 neurons. Dbx expression was not detected in later migrated ventrally ( Figures 1I, 1J, and 1N; vEvx1/2 and En1 neurons were also induced in [i] explants grown with notochord, presomitic, and somitic mesoderm ( Figures 2G, 2H, 2K, 2L, 2O, 2P, and 2V) . The somitic mesoderm, however, also induced dEvx1/2 (D1) neurons ( Figure 2V ). The lateral plate mesoderm failed to induce vEvx1/2 or En1 neurons but induced many dEvx1/2 (D1) neurons ( Figures 2S, 2T, and 2V) virtually completely blocked by the joint addition of retiand Dbx2 cells was not inhibited by addition of retinoid receptor antagonists ( Figure 6I ). Conversely, we found noid receptor antagonists and anti-Shh IgG (Figures 6G  and 6H ). This result supports the idea that parallel Shh that [i] explants exposed to retinoids did not express Shh ( Figure 6J ). Together, these results support the idea and retinoid signaling pathways from the notochord can promote the generation of Dbx2 progenitors and V1 neuthat Shh and retinoids induce Dbx progenitors through independent pathways. We also examined whether the rons. In contrast, the generation of Dbx1 
